The blood-urine urea concentration ratio, following the work of MacLean (1), Harrison (2), Addis (3), Rabinowitch (4, 5, 6, 7) and Van Slyke (8, 9), has been determined in a series of 44 patients with vascular hypertension. They are arranged in three groups (tables 3, 4 and 5) of increasing severity of cardiovascular damage. They are not considered to have a primary nephritis; the extent of secondary renal damage was unknown.
1. No food or fluids after 9:00 p.m. 2. Two grams of soda bicarbonate at 6:00, 7:00 and 8:00 p.m. 3. At 9:00 a.m.: (a) bladder emptied (specimen saved); (b) blood drawn; (c) phenolsulphonephthalein injected intravenously; (d) 15 grams of urea in 500 cc. of water by mouth (other workers use 150 cc. of water).
Urine collected at 10:00 and 11:00 a.m., 12:00 and 1:00 p.m. (no food or fluids during this period).
5. Blood drawn at 10:00 a.m. and 1:00 p.m. The determinations made on these specimens are the volume and specific gravity, including the fasting specimen of urine, the phenolsulphonephthalein percentage and the concentration of urea in the urine of the second hour. This last is done by the usual aeration-nesslerization method. The blood urea nitrogen is determined in the three blood specimens by the new mercury titration method of Hench (10) . The urea concentration factor is obtained by dividing the urea value in milligrams per 100 cc. of urine of the second hour by the average of the urea in milligrams per 100 cc. of blood in the fasting and first hour blood specimens. The reliability of the urease nesslerization technic used for the urine determination is well known. The observations of the English investigators would seem unreliable in view of the recognized faults in the hypobromite method which they use. The technical work is greatly shortened by employing In six cases the urine contains little albumin; in the others it contains much albumin and some casts. There is no correspondence between the phthalein percentage, the urea concentration factor and the amount of albumin. In nine there is a slight increase of the fasting; blood urea nitrogen. In all fourteen the urea concentration factor is less than 30 and in ten it is less than 25; of these it is less than 20 in seven cases.
In table 5 the results from a series of patients with extreme hypertension are given. One early case in a young man and one case in the terminal stage are described. Figures in parenthesis = Our U.C.F. X V/Volume given -Weight in kilograms.
* During acute decompensation urea concentration factor 29; when improved 1 week later urea concentration factor 12; third urea concentration factor still later 13. Dr. J. F., aged 32, a dentist, was known to have had gradually increasing hypertension for six years; at first very mild, later extreme. Complained of headaches and nervousness; later, visual disturbance. Physical examination: lungs clear; heart enlarged, aortic second accentuated; abdomen and extremities normal, no edema. Blood pressure 226/160; urine-albumin ++ and +++, occasional granular cast; red blood cells 4,200,000; white blood cells 9,100; hemoglobin 90 per cent, spinal fluid and blood Wassermann negative. Fundi showed albuminuric retinitis.
Mr. LaT., aged 50, high blood pressure known for nine years. Complained of no pain or inability to continue his work as usual; no nocturia; slight edema of ankles. Lungs clear; heart much enlarged. Blood pressure 270/140 and 295/170; urine-albumin + +, occasional granular cast, fixed specific gravity; Wassermann test negative.
Of the eight cases five have definitely depressed phthalein readings. In those cases with renal insufficiency, as indicated by azotemia, there is definite isosthenuria. In this whole group the urea concentration factor is less than 30 and all but one are below 20; three are 10. It is interesting to note that those patients whose urea concentration factor was approximately 10 or below have died.
In table 6 the data of three patients having nephritis without hypertension are given. A correspondence with the clinical severity is evident.
In contrast, however, with this general parallelism with the degree of vascular disease there are occasions when very low figures are obtained which certainly do not represent the clinical condition. Thus, the specific gravity of the urine may be low and the urea concentration in the neighborhood of a few tenths of a per cent, while the blood figure is not unusual; the result is a very low factor. This happened definitely three times in a total of eighty-three urea concentration factor determinations but it is probable that the factor is often several points too low as judged by clinical criteria. Furthermore, as regards prognosis serious vascular accidents may, of course, occur with relatively good kidney function as indicated by this factor.
To determine the constancy with which this crude procedure would give checks it was repeated whenever possible. 
